Cap polyposis (CP) is a rare benign colorectal condition, first described by William *et al*., in 1985.\[[@ref1]\] It is characterized by the presence of inflammatory polyps that are covered by "caps" of granulation tissue. Earlier reports have described mucoid diarrhoea, bloody stools, abdominal pain, and tenesmus as the chief clinical presentations. We herein present a case of rectal CP in a 27-year-old man who presented with unexplained chronic long standing anemia secondary to intermittent rectal bleeding. He was initially diagnosed as ulcerative colitis and received medical therapy. As the patient was non-responsive to medical treatment he underwent hemicolectomy. Histopathological examination confirmed it to be a case of CP of the rectum.

CASE REPORT {#sec1-1}
===========

A 27-year-old man visited another hospital with chief complaints of generalised weakness, pallor and intermittent rectal bleeding for 2 years prior to his presentation. Physical examination was unremarkable. His haematological profile showed low haemoglobin levels (8.5 g/dl). The rest of the laboratory parameters including total serum protein and erythrocyte sedimentation rate were within normal limits. Stool culture was negative for pathogenic organisms. Colonoscopy revealed pseudopolyps along with multiple erythematous and eroded mucosal lesions in the rectum \[[Figure 1](#F1){ref-type="fig"}\]. He was diagnosed clinically as ulcerative colitis for which he received oral aminosalicylic acid followed by prednisolone for 6 months. However, the patient was non-responsive to this medical therapy. He was also transfused blood on two separate occasions along with hematenimics because of persistently low hemoglobin. One year after the initial treatment he was admitted to our hospital because of worsening of symptoms, which were now accompanied by mucous diarrhoea, straining at defecation and rectal prolapse (feeling of mass protruding out from rectum). Laboratory data at the time of present admission also revealed low hemoglobin (8.0 g/dl) however, remaining hematological investigations were within normal limits. On digital rectal examination, multiple soft elevated lesions were palpable. Contrast enhanced computed tomography of the lower abdomen and pelvis showed multiple rectal polyps and thickening of the rectal wall with a maximum wall thickness of 12 mm along with its abnormal inferior descent \[[Figure 2](#F2){ref-type="fig"}\].

![Endoscopy showing multiple pseudopolyps in the rectum some of which are ulcerated](SJG-19-187-g001){#F1}

![Coronal sections of contrast enhanced computed tomography shows circumferential thickening of rectum with irregularity and narrowing of lumen. Few enhancing polypoidal mass lesions are seen projecting into lumen of rectum](SJG-19-187-g002){#F2}

As the patient was non-responsive to medical therapy, low anterior resection of the rectum was done. Intra-operatively, multiple sessile polyps were noted in the rectum along with erythema of the surrounding mucosa. An intra-operative diagnosis of inflammatory polyposis was considered. The post operative course of the patient was uneventful.

Gross examination of the resected specimen revealed multiple sessile rectal polyps, ranging in size from 0.3 cm to 3.0 cm in maximum diameter. The surface of these polyps was ulcerated and was covered with a yellow white fibrinous exudate. The surrounding colonic mucosa showed mild erythema while the intervening colonic mucosa was unremarkable \[[Figure 3a](#F3){ref-type="fig"}\]. Histologically, the surface of these polyps had "caps" of inflammatory granulation tissue and exudate while the base had hyperplastic and cystically dilated crypts. The lamina propria contained a large number of lymphomononuclear cells as well as mucin lakes. Hemosiderin laden macrophages were also observed at places. There was no evidence of adenomatous change or malignancy \[[Figure 3b](#F3){ref-type="fig"}\]. The histopathological findings were consistent with the diagnosis of inflammatory CP.

![(a) Gross photograph showing multiple sessile rectal polyps, ranging in size from 0.3 cm to 3.0 cm in diameter. Surface of these polyps appears ulcerated and is covered with yellow-white fibrinous exudates, (b) microphotograph showing surface of polyps covered by "caps" of inflammatory granulation tissue and exudate while the base shows hyperplastic and cystically dilated crypts (H and E, ×100)](SJG-19-187-g003){#F3}

Three months post-operatively the hemoglobin levels had improved to 11.3 g/dl.

DISCUSSION {#sec1-2}
==========

CP usually affects people of age \> 50 years (range: 12-76 years) with a female predominance.\[[@ref1][@ref2]\] In our case, the patient was a young male who presented with history of rectal bleeding and long standing anemia. The common symptoms of CP are mucous and bloody diarrhoea followed by abdominal pain and tenesmus.\[[@ref3]\] Hypoproteinemia has also been reported as a result of protein losing enteropathy in patients with CP.\[[@ref4]\] CP as a cause of unexplained anemia secondary to intermittent rectal bleeding deserves recognition.

Apart from the rectosigmoid, CP can involve the proximal colon and stomach.\[[@ref5]\] The number of polyps may vary from 1 to more than 100.\[[@ref6]\] Obusez *et al*.,\[[@ref7]\] reported a case of a solitary cap polyp in the ileal pouch of a patient who had been treated by restorative procto-colectomy with ileal pouch-anal anastamosis.

Endoscopically, cap polyps are typically small, red, sessile and covered by a "cap" of fibrinopurulent exudate. These are often misdiagnosed as pseudopolyps seen in cases of ulcerative colitis. However, the presence of cap polyps at the apices of transverse mucosal folds with intervening normal mucosa differentiates these from ulcerative colitis. These polyps are not adenomatous, thereby familial adenomatous polyposis can be excluded. At times, small or early juvenile rectal polyps may be histologically indistinguishable from cap polyps but juvenile rectal polyps are usually pedunculated and have a characteristic cut surface of cystic fluid-filled spaces on gross examination.\[[@ref8]\]

The exact aetiology of CP is yet to be elucidated. Abnormal colonic motility and repeated trauma to the colonic mucosa caused by straining at defecation have been postulated as the initiating events.\[[@ref1][@ref4][@ref9]\] This is supported by the histologic features such as disruption of the muscularis mucosae and the presence of smooth muscle fibers and elastin in the mucosa. Conditions such as prolapsing mucosa, solitary rectal ulcer syndrome, inflammatory cloacogenic polyps, and gastric antral vascular ectasia together with CP comprise "mucosal prolapse syndrome" with straining at defecation as the common etiology.\[[@ref10]\] Infection has been investigated as a possible cause in the absence of abnormal colonic motility; despite the fact that no pathogen has been isolated until date. The role of local inflammatory factors such as TNF-alpha and IL-10 involved in the wound healing process in cases of intestinal anastomosis has also been suggested as the initiating events in cases of CP.\[[@ref11]\] However, the co-existence of CP and rectal prolapse in our case supports the theory of mucosal prolapse as the underlying mechanism of CP rather than a local inflammatory process.\[[@ref12]\]

A systematic and multidisciplinary approach is necessary in the management of patients with CP as this condition holds good long-term prognosis. Conservative treatment modalities like avoidance of straining at defecation, use of metronidazole, infliximab, *Helicobacter pylori* eradication therapy and endoscopic polypectomy have been shown to be beneficial in some cases.\[[@ref13][@ref14]\] Surgical resection should be reserved for patients with recurrence or for those who don't respond to conservative therapy. To conclude, rectal CP should be considered in the differential diagnosis of patients presenting clinically with intermittent rectal bleeding and rectal polyposis on endoscopic examination.
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